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Abstracts / Osteoarthritis and Cartilage 20 (2012) S10–S53S48associated with activation of brain regions mediating emotion and fear
as evidenced by upregulation of the pre-frontal limbic regions in the
hand OA group. Development of future therapies could be targeted at
modulating activation of central pain processing centres in OA to
improve pain management in patients.
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RACIAL DIFFERENCES IN PAIN REPORTING IN SUBJECTS WITH OR AT
RISK FOR SYMPTOMATIC RADIOGRAPHIC KNEE OSTEOARTHRITIS:
DATA FROM THE OSTEOARTHRITIS INITIATIVE
P. Luneburg, L. Yerges-Armstrong, B. Mitchell, M.C. Hochberg. Univ. of
Maryland, Baltimore, MD, USA
Purpose: African Americans have a higher prevalence of both radiographic
and symptomatic radiographic knee OA (KOA) than Caucasian Americans.
While the reasons for this disparity are poorly understood, differences in
risk factor patterns, coping mechanisms, and/or pathoanatomic character-
istics have been suggested. Less is known, however, about differences in
clinical examination features of the knee between the two groups and
whether such differences may explain the greater frequency of pain and
higher pain reporting in African Americans with knee OA.
Methods: Racial differences in pain reporting and severity as well as
ﬁndings on physical examination of the knees were assessed using
baseline data from subjects enrolled in the Osteoarthritis Initiative
(OAI). The OAI is a multicenter, longitudinal observational study initi-
ated in 2004 to examine biomarkers and risk factors for clinically
signiﬁcant knee OA. This analysis included 372 African Americans and
974 Caucasians with symptomatic radiographic KOA in at least one knee
(Progression subcohort) and 495 African Americans and 2703 Cauca-
sians at risk for developing symptomatic radiographic KOA (Incidence
subcohort). In the current analysis, 3 distinct measures of pain severity
(KOOS [0-100], WOMAC [0-20] and NRS [0-10]) and 7 physical exam
ﬁndings were analyzed for each knee initially using bivariate methods
and, subsequently, using multiple variable linear and logistic regression
models, respectively, adjusting for body mass index, age, gender,
income, depression score, and education level.
Results: African Americans reported higher pain severity than Cauca-
sians in both knees for each assessment measure analyzed (BothTable 1
Knee pain by race/ethnicity for subjects in the Incidence and Progression cohorts








3.06 (2.67) 1.85 (2.16) 4.76 (4.76) 3.49 (2.59)
Right knee pain,
WOMAC
3.41 (3.71) 1.50 (2.25) 6.03 (4.37) 3.69 (3.36)
Right knee pain,
KOOS
80.1 (19.0) 89.5 (12.5) 65.4 (21.5) 76.1 (17.7)
Left knee pain, NRS 2.96 (2.88) 1.74 (2.19) 4.60 (3.08) 3.49 (2.76)
Left knee pain,
WOMAC
3.34 (4.08) 1.36 (2.35) 5.80 (4.89) 3.46 (3.62)
Left knee pain,
KOOS
80.8 (20.7) 90.6 (13.0) 67.4 (24.2) 77.7 (19.1)
Table 2
Knee exam ﬁndings by race/ethnicity for subjects in the Incidence and Progression coho
Cohort Incidence
Race/ethnicity African American
Right patellar tendon pain 106 (21.5%)
Right knee ﬂexion pain 83 (16.8%)
Right lateral jointline tender 125 (25.3%)
Right medial jointline tender 137 (27.7%)
Right knee crepitus 185 (37.5%)
Right knee patellar grind 79 (16.2%)
Left patellar tendon pain 102 (20.8%)
Left knee ﬂexion pain 96 (19.5%)
Left lateral jointline tender 116 (23.6%)
Left medial jointline tender 125 (25.4%)
Left knee crepitus 185 (37.6%)
Left knee patellar grind 83 (17.1%)subcohorts: P < 0.0001 for all comparisons) (Table 1). Furthermore,
there were signiﬁcant differences in physical examination ﬁndings
between African Americans and Caucasians for the majority of physical
examination features in both knees in both subcohorts (Table 2). After
adjustment for these differences in physical examination ﬁndings as
well as multiple confounding variables (see above), African-Americans
continued to report greater pain severity than Caucasians both in the
absence of symptomatic radiographic KOA (Incidence subcohort: P <
0.0001 for all pain outcomes) and in the presence of symptomatic
radiographic KOA (Progression subcohort: P < 0.05 for all pain
outcomes except left knee pain in the last 7 days measured by NRS).
Conclusions: These results demonstrate that African Americans report
more pain than Caucasians, even after adjusting for sociodemographic
factors, depressive symptoms and obesity, and that, regardless of the
cause, this difference cannot be explained by ﬁndings on physical exam-
ination. Further analyses should examine the potential role of coping
mechanisms, ﬁndings on magnetic resonance imaging of the knees and
access to both nonpharmacologic and pharmacologic interventions.
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P-188, ANTI-TNF-a AND OP-1: A NOVEL TRIAD IN THE PREVENTION
OF POST-TRAUMATIC OSTEOARTHRITIS
R. Olewinski, A. Hakimiyan, L. Rappoport, C. Pacione, M. Wimmer,
S. Chubinskaya. Rush Univ. Med. Ctr., Chicago, IL, USA
Purpose: This continuing study investigated the utility of individual or
combined pro-anabolic and anti-catabolic biologic interventions tar-
geting chondroprotection and cartilage repair in an ex vivo acute injury
model of post-traumatic osteoarthritis (PTOA) in human ankle cartilage.
Methods: Fifteen normal tali obtained from organ donors through the
Gift of Hope Organ and Tissue Donor Network were impacted using
a 4mm cylindrical indenter with 600N following a model previously
described. 8mm cartilage explants comprising the 4mm impacted
core and the immediately adjacent 4mm non-impacted ring were
cultured for 14 days in the presence of 5% serum and osteogenic
protein-1 (OP-1), two doses of interleukin (IL)-1 receptor antagonist
(IL-RA); tumor necrosis factor-a (TNF-a) antagonist, N-Acetyl-L-
Cysteine (NAC), two pan caspase inhibitors, P-188 surfactant, or the
combination of P-188, OP-1, and anti-TNF-a (Triad). Controls included
untreated impacted and non-impacted explants. Tissue and media
samples were collected on days 0, 2, 7, and 14 to assess cell survival
and metabolic activity. Samples were analyzed for cell viability (live/
dead assay), apoptosis (Tunel assay), matrix integrity (Safranin O
staining, Mankin score), and proteoglycan synthesis and content.
Results: A single impact to human articular cartilage resulted in cell
death/apoptosis within the impacted core, which if untreated, expanded
to the adjacent non-impacted ring. Sustainable signiﬁcant increase in cell
survival was observed under the treatment with OP-1 and more so in
Triad (24% and 43%, p<.001 respectively). These same treatments were
the most signiﬁcant in stimulating PG synthesis (5-fold and 6-fold,
p<.001 respectively). Two of the triad components (TNF-a antagonist
and P-188), when given alone did not show any signiﬁcant effect on PGs.
P-188, OP-1, and TNF-a antagonist in combination showed a better pres-
ervation of matrix integrity as evidenced by normal pattern of Safranin O
staining throughout the entire section. Mankin score was within range of
non-impacted control and was about 2-fold lower than the impactedrts
Incidence Progression Progression
Caucasian African American Caucasian
283 (10.6%) 104 (28.8%) 174 (18.0%)
285 (10.8%) 141 (39.2%) 279 (29.0%)
459 (17.2%) 129 (40.5%) 293 (30.4%)
562 (21.0%) 150 (41.6%) 298 (30.9%)
916 (34.3%) 219 (61.0%) 510 (52.9%)
218 (8.7%) 110 (31.0%) 193 (20.0%)
296 (11.0%) 114 (30.9%) 174 (18.0%)
289 (10.8%) 149 (40.5%) 293 (30.4%)
395 (14.7%) 126 (34.2%) 233 (24.1%)
591 (22.0%) 152 (41.3%) 336 (34.7%)
912 (34.0%) 223 (61.1%) 516 (53.4%)
233 (8.7%) 116 (32.2%) 210 (21.8%)
